Background: We wished to investigate whether there is a relationship between burden of subcortical hyperintensities on MRI brain and failure of stabilisation of blood pressure on active stand test, and so test the hypothesis that repeated episodes of transient hypoperfusion contribute to development of such hyperintensities. Methods: 440 community-dwelling participants ≥65 were randomly chosen from a nationwide dataset of >8,000 individuals.
Methods: 440 community-dwelling participants ≥65 were randomly chosen from a nationwide dataset of >8,000 individuals.
All participants underwent 3T MR brain. Scans were scored for subcortical hyperintensities according to Scheltens' scale. Cohen's kappa coefficient determined inter-rater agreement.
Lying-to-standing orthostatic test (active stand) was performed on same individuals. Beat-to-beat blood pressure was measured non-invasively using digital photoplethysmography (Finometer ® ) for 2 minutes post-stand. Orthostatic hypotension (OH) at a given timepoint defined as ≥20 mm Hg systolic (or ≥10 mm Hg diastolic) drop in blood pressure from baseline recordings.
Scheltens' score (overall and anatomical sub-regions) analysed with respect to OH at 3 timepoints (10 s, 40 s, 110 s), adjusted for confounders. Results: There was no significant relationship between overall Scheltens' score and OH at the timepoints of interest.
There was no significant relationship between Scheltens' score of the basal ganglia, deep white matter or periventricular white matter sub-regions and OH.
Investigating other variables, well-established relationships between subcortical hyperintensities and both hypertension and age were maintained, as was downstream association with stroke, adding credibility to findings. Conclusions: In this population of community-dwelling participants, there is no discernible significant relationship between burden of subcortical hyperintensities and (previously uninvestigated) failure of stabilisation on active stand test.
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